BST2 inhibits type I IFN (interferon) signaling by accelerating MAVS degradation through CALCOCO2-directed autophagy
. MARCH8 deficiency significantly abrogates the inhibition of MAVS-induced type I IFN activation by BST2. Moreover, the K27-linked ubiquitination and degradation of MAVS mediated by BST2 also disappears in MARCH8 KO cells.
To identify the exact ubiquitination sites on MAVS, we generated a series of MAVS mutated constructs by substituting lysine (K) residues with arginines (R), and found 
